were derived from measurements of DL at two different levels of alveolar oxygen tension, following the methods of Forster, Roughton and associates.11 12 Gas chromatography* was used for the analysis of respired air samples and for the estimation of the carbon monoxide content of arterial blood.13 This method is accurate to within less than ± 2% for both blood and air samples. No premedication was given for the diffusion studies; otherwise they were done under the same conditions as, and within 4 days of, cardiac catheterization.
As DL, D.-, and V, in normal subjects have been shown to be related to body surface area,'4 DL and DM, were expressed in milliliters of carbon dioxide per minute per mm Hg per square meter and V, in milliliters per square meter. Pulmonary vascular resistance (PVR) was expressed in "resistance units" also related to body surface area (RU . M2); it was obtained by dividing the gradient from mean pulmonary arterial pressure (PPA) to mean left atrial pressure (PLA) in mm Hg by the cardiac index in liters per minute per square meter. The patients were grouped arbitrarily according to the level of PVR which was considered normal when the level was less than 3 RU i m2, moderately raised if 3 to 10 RU im2, severely raised if 10 to 20 RU * M2
and extreme if more than 20 RU * M2. Functional disability at the same time of the study was classed I to IV by standard criteria. 15 The patients were also grouped according to diagnosis: (1) but it was significantly lower in class IV patients (P < 0.01). 23 and in man. 24 Figure 5 Two patients with primary pulmonary hypertension and three of the four patients with equally severe pulmonary hypertension due to mitral valve disease had high V½ relative to pulmonary vascular resistance. If the measurements of V, are not falsely high, then it appears that the capillary bed makes relatively and absolutely less contribution to the total rise in pulmonary vascular resistance in these patients. This could be explained by intense precapillary vasoconstriction in the presence of a relatively normal pulmonary capillary bed.
